infl ammation with special stains negative for acid-fast bacilli and fungi ( Figure 2 ). Flow cytometric analysis showed no evidence of a malignant hematolymphoid process. Th e patient was started on prednisone 40 mg daily and discharged home. She experienced an initial yet short-lived improvement in her right groin and lower extremity swelling. Attempts to taper the prednisone dose below 20 mg daily resulted in worsening right lower leg lymphedema. Multiple ultrasounds of her right lower extremity were done to rule out deep venous thrombosis, all of which were negative.
A repeat CT scan of her chest, abdomen, and pelvis 5 months after her initial diagnosis suggested progressive sarcoidosis with increasing pelvic and inguinal lymphadenopathy, new low-density areas within the spleen, and multiple subcentimeter scattered pulmonary nodules. One month later, she died. Th e cause of death was not known.
DISCUSSION
Th ree main mechanisms of sarcoidosis causing asymmetric peripheral edema have been described. Th e fi rst is lymphatic obstruction due to peripheral lymphadenopathy. Our patient's edema illustrated this mechanism and, to our knowledge, is only the sixth case reported to date. Of these cases, four (including ours) were described in black patients, one in an Indian patient, and one in an Asian patient (1) (2) (3) (4) (5) . Th is distribution is consistent with fi ndings from a US study that demonstrated that extrathoracic lymph node involvement is more common in black patients than in white patients (6) . Th e location of the obstructing lymph nodes was inguinal in three cases and retroperitoneal in two (1) (2) (3) (4) (5) . In these cases, systemic steroid treatment resulted in prompt resolution of the lymphadenopathy and associated edema within 2 months.
A second mechanism by which sarcoidosis can cause peripheral edema is by direct infi ltration into surrounding tissues. Two cases displaying this mechanism have been reported. One involved a 39-year-old black man (7). He had known sarcoidosis with pulmonary and skin involvement and presented with asymmetric lower-extremity edema. A CT scan revealed "diff use, infi ltrative masses involving the subcutaneous tissues of the right leg" (7) . His symptoms abated within 1 month following systemic steroids. A second case involved a 59-year-old woman with cutaneous nodules, bilateral lower-extremity edema, and ulceration (8) . Her symptoms improved with prednisolone but recurred when doses were decreased below 15 mg.
A third mechanism is tenosynovitis, producing distal peripheral edema. In one case series, fi ve patients presented with lower-extremity pitting edema localized to the dorsal foot and ankle associated with acute sarcoidosis (9) . Magnetic resonance imaging showed extensive tenosynovitis. As with previous cases, all responded quickly to systemic steroid treatment.
